step from Ϫ50 to 10 mV. Both wild-type (n ϭ 5) and ␣ 1G Ϫ/Ϫ TC neurons (n ϭ 5) produce a slow inactivated noblot analysis showed that no ␣ 1G protein was produced in the ␣ 1G Ϫ/Ϫ brain, indicating that the gene-tar-HVA Ca 2ϩ current, with no significant quantitative difference between the two groups in the peak amplitude of geting resulted in a null mutation for this locus ( Figure  1C) analysis of Nissle-stained serial sections. All major cyassess the physiological importance of ␣ 1G in the brain. We first examined whether the loss of I T affected the toarchitectonic divisions in the thalamus, cortex, and cerebellum, which express the ␣ 1G gene, were unintrinsic firing properties of TC neurons located within the ventrobasal (VB) complex (ϩ/ϩ, n ϭ 58; Ϫ/Ϫ, n ϭ 46). changed. We also found no significant histological defects in organs such as the heart, pancreas, intestine 
5C) in both the thalamus and cortex. In contrast to the zures at the behavioral level (Avoli, 1996). Pilot experiments revealed that all of the mice treated with 4-AP at case of baclofen injection, ␣ 1G
Ϫ/Ϫ mice also exhibited SW-like activities in response to BMB ( Figure 5C ). How-10 mg/kg developed tonic-clonic seizures (C57BL/6J, n ϭ 10; 129/sv, n ϭ 10), and 25% of mice developed ever, because of the complexity of the bicucullineinduced seizures, the small experimental size (n ϭ 5) seizures at 2 mg/kg (C57BL/6J, n ϭ 10; 129/sv, n ϭ 10). 
